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Enterically Transmitted Non-A, Non-B Hepatitis — East Africa 


Outbreaks of enterically transmitted non-A, non-B hepatitis occurred in 1985 and 1986 at 
refugee camps for Ethiopians in Somalia and the Sudan. 

Somalia. From January 1985 to September 1986, more than 2,000 cases and 87 deaths 
occurred at four refugee camps in Somalia; 40 (46%) of the persons who died were pregnant 
women. The first outbreak among refugees occurred in Bixin Dhule, a holding camp in north- 
western Somalia. During the period January-March 1985, there were 699 cases of acute 
hepatitis and 13 deaths. Adults accounted for 81% of the cases and 92% of the deaths. From 
April-June 1985, Gannet refugee camp had more than 400 cases and 16 deaths, including 
nine (56%) among pregnant women. 

After an outbreak was recognized at the Tug Wajale B refugee camp in northwestern 
Somalia, intensive epidemiologic investigation and serologic testing of cases were begun. In 
January 1986, there had been 2,500 refugees in this camp; an influx of new refugees had in- 
creased the population to approximately 32,000 by August 1986. Starting in April 1986, 
medical personnel at Tug Wajale B noticed a sharp increase in the number of hepatitis cases 
among adult Ethiopian refugees. in addition, a number of staff members had contracted 
hepatitis. Cases of hepatitis (diagnosed by the presence of scleral icterus) were identified by 
reviewing camp medical records. The peak number of cases occurred from mid-May to mid- 
June (Figure 1), about 6 to 7 weeks after the beginning of a rainy season. The majority (89%) 
of these persons with clinical cases were young adults; an equal number of males and 
females were affected. Symptoms associated with hepatitis were nausea, vomiting, dark 
urine, fever, abdominal pain, itching, fatigue, and headache. 

During this period, there were 30 deaths due to hepatitis. Sixteen of those who died were 
pregnant women; four were non-pregnant women; nine were men; and one was a child. Only 
four maternal deaths from other causes were recorded in these months. The fatality rate for 
second- and third-trimester women with hepatitis was 17%. 

A tent-to-tent survey involving 2,000 refugees revealed a 3% point prevalence of jaundice 
in adults and an overall attack rate (April to mid-June) of 8%. Among children < 15 years of 
age, the point prevalence of jaundice was 0.2%, and the overall attack rate was 1.8%. Esti- 
mates indicated that over 2,000 cases of clinical hepatitis occurred during the study period. 
Among the Somali national staff the attack rate was 17%, whereas in expatriate medical per- 
sonnel, the attack rate was 42%. 
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Serum samples were obtained from 84 patients and 50 age- and sex-matched controls, 
and stool specimens were obtained from 21 patients who had been jaundiced for =1 week. 
Nine patients (10%) and two controls (4%) were positive for hepatitis B surface antigen. Of 
these, only one patient was positive for IgM anti-core antibody, which is indicative of recent 
hepatitis B infection. None of the patients or controls were positive for IgM class antibody to 
hepatitis A virus. Stool specimens were examined by immune electron microscopy (IEM) 
using serum from a Pakistani patient with known enterically transmitted non-A, non-B hepati- 
tis (7); 27-nm virus-like particles, similar to those seen by !EM in cases from Central Asia, 
Nepal, and Burma, were found in 13 of 21 samples. These particles cross reacted with sera 
from patients of enterically transmitted non-A, non-B hepatitis from Central Asia. 

Sudan. in mid-1985, when outbreaks of hepatitis were occurring at the refugee camps in 
Somalia, there were reports of an increase in cases of acute jaundice in Eritrean and Tigrean 
refugees from Ethiopia residing in refugee camps in eastern Sudan. The investigation of this 
occurrence included intensified surveillance in four large reception centers (Wad Sherife, Sha- 
garab East 1, Shagarab East 2, and Wad Kowli) and a case-control study in one camp (Wad 
Kowili). 

Active case detection by expatriate health staffs, refugee health workers, and refugee or- 
ganizations revealed an increase in cases of acute illness with scleral icterus among refugees 
from June-October (Figure 2), beginning approximately 6 weeks after the onset of heavy 
rains in eastern Sudan. The majority of patients were adults > 15 years of age (66%); only 
6.3% were children <5 years of age. There were almost twice as many cases reported among 
males as among females. Reported fatality rates ranged from 1.3%-4.7% and averaged 3.1% 
in the four camps. Eleven of the 63 persons who died were pregnant women. 

Serum samples were obtained from 175 acutely jaundiced refugees. Seven patients (4%) 
were positive for hepatitis B surface antigen, and one of these was positive for IgM anti-core 
antibody. Three other patients (2%) had only IgM anti-core antibody, also indicative of recent 
hepatitis B infection. Eleven patients (6%) were positive for IgM-class antibody to hepatitis A 


FIGURE 1. Cases of non-A, non-B hepatitis, by week — Tug Wajale, Somalia, March 15- 
October 25, 1986 
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virus and were considered to have acute cases of hepatitis A. The remaining 154 patients 
were considerec’ to have non-A, non-B hepatitis. A pool of serum collected from non-A, 
non-B hepatitis patients cross reacted with stool samples from a Pakistani patient with known 
enterically transmitted non-A, non-B hepatitis (7 ). 

A questionnaire regarding the onset of acute jaundice among expatriate staff while work- 
ing in eastern Sudan refugee camps during 1985 has been distributed to 17 agencies in- 
volved. in addition, epidemiologic and clinical data are still being collected. 

Reported by: S Gove, MD, MPH, A Ali-Salad, MD, MA Farah, MD, D Delaney, MJ Roble, J Walter, Somalia 


Ministry of Health. N Aziz, MBBS, Sudan Commission on Refugees Health Unit. international Health Pro- 
gram Office; Hepatitis Br, Div of Viral Diseases, Center for infectious Diseases, CDC. 


Editorial Note: Non-A, non-B hepatitis, which continues to be a diagnosis of exclusion, is 
considered to have two distinct forms, which are transmitted by different routes and pre- 
sumably caused by different viruses. The first, initially recognized as post-transfusion non-A, 
non-B hepatitis, is seen commonly in North America and Europe, is epidemiologically similar 
to hepatitis B, and is recognized most commonly after blood transfusions and parenteral drug 
abuse. The second, enterically transmitted non-A, non-B hepatitis, is transmitted by the fecal- 
oral route. This disease is known to cause large outbreaks of viral hepatitis and has been 
reported in the Indian subcontinent (2-7), Burma (8), and Algeria (9). Frequently, large out- 
breaks have been linked to a fecally contaminated water source or have occurred after heavy 
rains in areas without systems for adequate sewage disposal. Person-to-person transmission 
can occur. 

Enterically transmitted non-A, non-B hepatitis has several characteristic epidemiologic fea- 
tures. Its incubation period is approximately 40 days (as opposed to 30 days for hepatitis A 
and 60-180 days for hepatitis B). Clinical disease is common among adults, but infrequent 
among children. Pregnant women have a dramatically high mortality rate. Large outbreaks of 
acute viral hepatitis among adults in areas where the population is immune to hepatitis A 


should alert public health authorities to the presence of enterically transmitted non-A, non-B 
hepatitis. 


FIGURE 2. Reported cases of jaundice among Ethiopian refugees, by month — eastern 
Sudan, June-December 1985 
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Signs and symptoms of enterically transmitted non-A, non-B hepatitis are similar to those 
of other forms of viral hepatitis, although generalized pruritus may be more common. The 
majority of patients who are not pregnant recover completely, and there is no evidence of 
chronic liver disease as a long-term sequela. Outbreaks of disease may be identified by the 
suggestive epidemiologic pattern (especially the high mortality rate among pregnant women) 
and the exclusion, through serologic testing, of other forms of viral hepatitis. Post-transfusion 
non-A, non-B hepatitis has not been documented in communitywide outbreaks. 

Currently, no serologic test is available for diagnosis; however, 27- to 30-nm virus-like 
particles have been found by IEM in stool samples of patients in the early acute phase of infec- 
tion (7,7,70), and hepatitis can be induced in two different species of primates with this 
agent. Acute-phase antibody in sera may also be demonstrated by IEM. 

In an outbreak situation, emphasis must be placed on preventing transmission. Water 
sources should be examined for fecal contamination. If the water supply is contaminated, all 
water should be boiled or chlorinated before consumption. Efforts to reduce person-to-person 
transmission by improving sanitation should be stressed. Immune globulin (IG) manufactured 
in the West does not appear to be effective in preventing disease. The efficacy of IG from 
endemic areas is unknown. 

These reports mark the first time that this disease has been described as a problem in refu- 
gee camps and the first time that the characteristic virus-like particles have been identified in 
Africa. Refugee camps represent a fertile setting for the transmission of enterically transmit- 
ted non-A, non-B hepatitis. These camps usually have inadequate sanitation and are over- 
crowded. While contaminated drinking water was not a factor in this outbreak, this problem 
may exist in other refugee camps. Fecally contaminated, standing rainwater may have facil- 
itated transmission of disease at Tug Wajale B. Finally, refugee camps are sites of contact be- 
tween susceptible refugees, who may have come from remote areas, and refugees who have 
come from areas where this virus is endemic. Staff members working in refugee camps are 
also at risk for acquiring this disease and should be careful to wash their hands after contact 
with patients and before eating and smoking. Because of poor sanitary conditions in these 
camps, enterically transmitted non-A, non-B hepatitis, like other enteric diseases, is likely to 
be difficult to control. 
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Acute Hemorrhagic Conjunctivitis Caused by 
Coxsackievirus A24 — Caribbean 


In the fall of 1986, large outbreaks of acute hemorrhagic conjunctivitis (AHC) occurred on 
the islands of Trinidad, Jamaica, and St. Croix. The outbreak on Trinidad was identified 
through a public health surveillance program for AHC initiated during the large outbreak of 
AHC caused by enterovirus 70 (EV70) in 1981. Beginning in October 1986, reported 
physician-diagnosed cases of AHC increased from 50-100 cases per 4-week period to 
9,666 at the peak of the outbreak (Figure 3). By January of 1987, the number of reported 
cases had returned to background level. During the 3 outbreak months, a total of 15,396 
cases of AHC were reported to the Ministry of Health. Two isolates were typed as coxsackie- 
virus A24 variant (CA24v) by strain-specific neutralizing antisera. 

Between mid-October and late November, over 500 AHC patients who were self-referred 
and physician-diagnosed were seen at a hospital and ophthalmology clinic in Kingston, Jamai- 
ca. CA24v was isolated from five of the 15 AHC patients for whom viral cultures were per- 
formed. Three of four patients with acute- and convalescent-phase serum pairs available had 
a > 16-fold rise in antibody titer (< 10 to > 80) to the outbreak virus. Ove~ 500 patients with 
AHC were also seen on the island of St. Croix in the Virgin Islands during October and Novem- 
ber, but no isolates or serum specimens were obtained. 


Reported by: R Doug-Deen, MD, R Paul, MD, Ministry of Health, Welfare and Status of Women, Trinidad 
and Tobago; B Watson, PhD, Trinidad Public Health Laboratory; B Birju, SSO, National Surveillance Unit, 
Trinidad and Tobago. B Hull, PhD, Caribbean Epidemiology Centre; D King, MD, Univ of the West indies, 
Kingston; H Vaughan, MD, Kingston Public Hospital; D Calder, MD, Kingston; P Figueroa, MD, Ministry of 
Health, Jamaica. A Anduze, MD, J Lewis, MD, St Croix Dept of Health, US Virgin Islands. Div of Viral Dis- 
eases, Center for infectious Diseases, CDC. 


FIGURE 3. incidence of acute hemorrhagic conjunctivitis — Trinidad, 1981-1987 
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Editorial Note: Both EV70 and CA24v have caused large outbreaks of AHC, usually in tropi- 
cal, coastal cities; however, this is the first report of an isolation of CA24v in the western heri- 
sphere. AHC, which follows an incubation period of 18 to 48 hours, is characterized by sudden 
onset of painful, swollen, red eyes with subconjunctival hemorrhaging, palpebral follicles, and 
excessive tearing (7). The symptoms usually persist for 3 to 5 days. The outbreaks have been 
explosive in nature, often affecting 50% or more of the persons in communities with a low 
socioeconomic status within a 1- to 2-month period (7). Spread appears to be related to 
crowding, poor hygiene, and other conditions characteristic of such communities (2 ). 

The first reports of AHC caused by EV70 were from western Africa in 1969; this virus has 
caused major pandemics since then (7). in 1981, during the last pandemic, EV70 was intro- 
duced into the western hemisphere and caused outbreaks in Central America, South America, 
and Florida (3-7). CA24v was first isolated during an outbreak in Singapore in 1970 (8). 
Prior to 1986, CA24v had not been reported outside of Southeast Asia and the Indian sub- 
continent (7). In 1986, CA24v was isolated during outbreaks in Taiwan, American Samoa, 


(Continued on page 251) 





TABLE |. Summary — cases specified notifiable diseases, United States 





16th Week Ending Cumulative, 16th Week Ending 


Disease Apr. 25, | Apr. 19, Median | Apr. 25. Apr.19, | Median 
1987 1986 _| 1982-1986 | __1987 1986 _| 1982-7986 


Acquired immunodeficiency Syndrome (AIDS) 558 276 N 6,022 3,854 

Aseptic meningitis 75 78 66 1,344 1,319 

Encephalitis: Primary (arthropod-borne 

& unspec) 6 14 

Post-infectious 2 - 2 

Gonorrhea: Civilian . 15,247 15,632 
Military 34 342 

Hepatitis Type A 382 407 

Type B 499 465 

Non A, Non B 77 N 

Unspecified 92 117 











Legionellosis N 

Leprosy - 6 

Malaria 9 

Measies: Total* 95 
indigenous N 
imported N 

Meningococcal infections: Total 74 

Civilian 
Military 

Mumps 

Pertussis 

Rubella (German measies) 

Syphilis (Primary & Secondary): Civilian 

Military 

Toxic Shock syndrome 

Tuberculosis 

Tularemia 

Typhoid Fever 

Typhus fever, tick-borne (RMSF) 1 

Rabies, animal 81 107 








TABLE ll. Notifiable diseases of low frequency, United States 
Cum. 1987 








Anthrax 
Botulism: Foodborne Plague 
Infant Poliomyelitis, Paralytic 
Other : Psittacosis (Conn. 1; Md. 1; Tenn. 1; Calif. 1) 
Brucellosis Rabies, human 
Cholera - Tetanus (Tex. 1) 
Congenital rubella syndrome Trichinosis 


Congenital syphilis, ages < 1 year - Typhus fever, flea-borne (endemic, murine) 
Diphtheria (Tex. 1) 


Leptospirosis (Mo. 1) 














“Eight of the 92 reported cases for this week were imported from a foreign country or can be directly traceable to a known internationally im- 
ported case within two generations 
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TABLE lll. Cases of specified notifiable diseases, United States, weeks ending 
April 25, 1987 and April 19, 1986 (16th Week) 
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TABLE Il. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
April 25, 1987 and April 19, 1986 (16th Week) 
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TABLE I11. (Cont’d.) Cases of specified notifiable diseases, United States. weeks ending 
April 25, 1987 and April 19, 1986 (16th Week) 
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TABLE IV. Deaths in 121 U.S. cities.“ week ending 


April 25, 1987 (16th Week) 





All Causes, By Age (Yeers) 
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* Mortality deta in this table are voluntarily reported from 121 cities in the United States. most of which have populations of 100.000 or 
more.A death 1s reported by the place of its occurrence and by the week that the death certificate was filed Fetal deaths are not included 


** Pneumonia and influenze 


t Because of changes in reporting methods in these 3 Pennsylvama cites. these numbers are partial counts for the current week Complete 
counts will be avaiable in 4 to 6 weeks 


tt Total includes unknown ages 


§ Data not avadabie Figures are estemates based on average of past 4 weeks 
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and india (CDC, unpublished data) (9). It is possible that CA24v, like EV70, may spread to 
other areas in the western hemisphere. 

EV70 and CA24v are antigenically unrelated, and infection with one virus does not induce 
neutralizing antibody against the other. This is particularly important in the diagnosis of AHC 
caused by EV70 because this virus is difficult to isolate. Attempts at viral culture of CA24v 
are more successful, with isolates often obtained from > 40% of specimens using human cell 
lines (HeLa, HEp-2, HLF). EV70 outbreaks have also been diagnosed using an IgM capture 
enzyme-linked immunosorbent assay (ELISA) (70). 

Characterization of an isolate of either serotype usually is accomplished by neutralization 
studies with type-specific antisera, but it can also be accomplished by a monoclonal antibody 
ELISA as has been done with EV70 (77). Attempts to type CA24v isolates with polyclonal 
serum can sometimes be confused by a one-way cross reaction with echovirus 34 antisera. 
Echovirus 34 antiserum neutralizes CA24v, but CA24v antiserum does not neutralize echo- 
virus 34 (72). 

Clinicians are encouraged to report cases of AHC caused by CA24v to their state or territo- 
rial health departments. They are also encouraged to send isolates of CA24v through their 


state or territorial laboratories to the Division of Viral Diseases, Center for infectious Diseases, 
CDC. 
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Behavioral Risk Factor Surveillance — 
Selected States, 1986 


The Behavioral Risk Factor Surveillance System (BRFSS) completed its third year of data 
collection in 1986 (7,2). During 1986, data on the prevalence of health behaviors and prac- 
tices were collected from 34,395 adults (persons = 18 years of age) in 25 states and the Dis- 
trict cf Columbia. Telephone interviews were conducted monthly using random-digit dialing 
techniques and standard questionnaires and procedures developed jointly by the state health 
departments and CDC (3,4). The results presented here are weighted to account for the age, 
race, and sex distribution of adults in each state as well as for the respondent's probability of 
selection. They are, therefore, representative of the adult population of each participating 
state. 

The rates of self-reported risk factors for cardiovascular disease varied by state (Table 1). 
The prevalence of overweight varied almost twofold, from a low of 16.5% to a high of 28.7% 
of the adult population. Similarly, the prevalence of sedentary lifestyle varied from 48.0% to 
72.2%. In addition, the prevalence of cigarette smoking varied almost twofold, from 18.2% 
to 34.7%. 


TABLE 1. Cardiovascular-related behavioral risk factor rates* in 25 states and the Dis- 
trict of Columbia — United States, 1986 





Sedentary Current 


Sample Overweight t Lifestyie® Smoker! 
State Size (%) 95%Ci** (%) 95%Ci** (%) 95%CI"* 


Alabama 559 (22.9) +3.9 (60.9) +5.0 (24.6) +41 
Arizona 178 (18.3) +25 (49.9) +3.1 (24.4) +28 
California 579 (21.5) +23 (58.0) +29 (24.5) +24 
District of Columbia 145 (26.1) +3.5 (55.9) +34 (26.6) +3.1 
Florida 162 (21.0) +25 (62.5) +3.0 (27.9) +28 
Georgia 140 (20.5) +28 (65.0) +3.1 (27.2) +2.9 
Hawaii 551 (16.5) +24 (48.0) +34 (24.4) +29 
idaho 185 (22.9) +26 (51.8) +35 (23.4) +26 
Minors 142 (22.0) $2.7 (64.9) +3.0 (27.8) +28 
indiana 182 (25.2) +27 (59.4) +3.2 (27.2) +3.0 
Kentucky 216 (25.6) +27 (72.2) +3.0 (34.7) +3.2 
Massachusetts 105 (22.2) +26 (52.3) +34 (27.0) +3.0 
Minnesota 3,023 (22.3) +16 (54.6) +19 (25.1) +1.7 
Missouri 873 (26.3) +35 (60.0) +3.7 (25.7) +3.3 
Montana 1,176 (21.2) +25 (48.7) +34 (23.0) +27 
New Mexico 1,139 (18.4) +2.7 (53.5) +3.3 (26.1) +28 
New York 1,135 (22.5) +26 (59.6) +3.3 (27.0) +3.0 
North Carolina 1,622 (25.2) +22 (61.9) +27 (26.5) +24 
North Dakota 1,182 (26.0) +28 (63.4) +3.1 (26.0) +29 
Ohio 1,158 (23.7) +26 (58.1) +33 (28.0) +28 
Rhode Isiand 1,535 (25.0) +24 (65.6) +28 (30.2) +25 

1 

1 

1 

1 

1 
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South Carolina .793 (24.2) +22 (66.5) +25 (26.5) +24 
Tennessee 779 (22.7) +22 (65.5) +26 (28.0) +24 
Utah 188 (17.4) +25 (49.1) +34 (18.2) +25 
West Virginia 380 (27.7) +27 (60.9) +2.9 (29.1) +28 
Wisconsin 268 (28.7) +27 (54.9) +3.0 (26.0) +26 





“Percentages 
t 120% or more of ideal weight, which was defined as the mid-value of the medium frame person on the 1959 Metropoli- 
tan Life insurance Company height/weight tabies 
Persons reporting < 20 minutes of leisure-time physical activity at least three times per week 
Current cigarette smoker 
**Cl = confidence interval 
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Risk Factor Surveillance — Continued 


Compared with the cardiovascular disease risk factors, alcohol- and driving-related behav- 
iors showed even more marked variation by state (Table 2). Heavier drinking varied almost 
threefold, from 3.7% to 10.8%. Binge drinking varied over fourfold, from 7.2% to 29.6%. Drink- 
ing and driving varied over sixfold, from 1.5% to 9.6%. Finally, seat belt nonuse varied over 
eightfold, from 8.8% to 71.2%. 


Reported by: BR Powell, Alabama Dept of Public Health. T Hughes, Arizona Dept of Health Svcs. F Capell, 
California Dept of Health Svcs. R Conn, EdD, District of Columbia Dept of Human Svcs. WW Mahoney, 
Florida Dept of Health and Rehabilitative Svcs. JD Smith, Georgia Dept of Human Resources. E Tash, 
Hawaii State Health Dept. JV Patterson, idaho Dept of Health and Welfare. D Patterson, Iilinois Dept of 
Public Health. S Jain, indiana State Board of Health. K Brambiett, Kentucky Cabinet for Human 
Resources. SJ Allison, Massachusetts Dept of Public Health. N Salem, Minnesota Center for Health 
Statistics. M Van Tuinen, PhD, Missouri Dept of Health. R Moon, Montana Dept of Health and Environ- 
mental Sciences. L Pendley, New Mexico Health and Environment Dept. H Bzduch, New York State Dept 
of Health. C Washington, North Carolina Dept of Human Resources. B Lee, North Dakota State Dept of 
Hee!th. E Capwell, Ohio Dept of Health. J Cataldo, Rhode Island Dept of Health. FC Wheeler, PhD, South 
Carolina Dept of Health and Environmental Control. J Fortune, Tennessee Dept of Health and Environ- 
ment. G Edwards, Utah Dept of Health. LR Anderson, West Virginia Dept of Health. DR Murray, Wisconsin 
Center for Health Statistics. Div of Nutrition, Center for Health Promotion and Education, CDC. 


TABLE 2. Alcohol- and driving-related behavioral risk factor rates* in 25 states and the 
District of Columbia — United States, 1986 





Binge Heavier Drinking Seatbelt 
Sample Drinking* Drinking? Driving Nonuse** 
State Size (%) os%citt (%) os%citt %) gs%citt (%) os5%citt 
Alabama 559 (10.2) +34 (5.4) (1.6) (62.7) +47 
Arizona 178 (16.7) +25 (8.3) (4.0) (44.1) +33 
Cali ornia ‘579 (7.1) +24 (7.8) (4.8) (20.2) +24 
Dist’ ict of Columbia 145 (16.2) +26 (7.8) (2.7) (28.1) +34 
Florida 162 (17.7) +27 (9.8) (4.7) (424) +34 
Georgia 140 (12.7) +22 (4.3) (3.8) (606) +34 
Haw aii 551 (21.1) +29 (9.9) (3.6) (88) +19 
Idah 185 (176) +26 (5.7) (3.6) (51.2) +34 
Minos 142 (196) +28 (8.1) (7.3) (354) +31 
India va 182 (17.7) +25 (7.6) (4.5) (59.1) +32 
Kentucky 216 (11.2) +23 (6.2) (1.5) (638) +32 
Mass achusetts 105 (235) +30 (10.6) (5.6) (33.3) +33 
Minn »sota 023 (23.7) +18 (7.6) (5.6) (48.3) +21 
Missouri 873 (189) +33 (6.7) (4.5) (47.3) +40 
Montana 176 (226) +30 (4.6) (6.6) (61.8) +31 
New Vexico 139 (13.1) +23 (7.8) (4.4) (17.8) +25 
New York 135 (159) +25 (7.4) (2.0) (199) +27 
North Carolina 622 (129) +21 (5.2) (3.5) (306) +26 
North Dakota 182 (239) +31 (4.7) (5.8) (71.2) +33 
Ohio 158 (20.2) +28 (9.4) (4.7) (35.4) +34 
Rhode Island 535 (14.7) +21 (7.4) (2.8) (59.4) +27 
South Carolina 793 (7.2) +14 (4.0) (2.6) (524) +26 
Tennessee 779 (99) +18 (3.7) (2.0) (506) +27 
Utah 188 (13.3) +22 (4.3) (3.4) (474) +34 
West Virginia 380 (13.1) +22 (5.2) (2.9) (61.9) +29 
Wisconsin 268 (296) +28 (10.8) (9.6) (61.9) +29 
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“Percentages 


tPersc ns reporting consumption of five or more drinks on an occasion one or more times in the past month 
Persons reporting an average total alcoholic b ge intake ding 60 drinks per month 
Persons reporting driving after having too much to drink one or more times in the past month 


**Persons reporting sometimes, seldom, or never using a seat belt when riding in or driving a car. To portray risk, data are 
presented as the prevalence of seat beit nonuse. 


tte = confidence interval 
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Risk Factor Surveillance — Continued 


Editorial Note: The prevalence of self-reported behavioral risk factors varies markedly from 
state to state. This variability is, in part, a result of the social, cultural, and economic 
heterogeneity of the states surveyed. Some of the observed differences in risk factors may 
also be due to differences in trends over time. For example, between 1984 and 1986, all of 
the 15 states collecting data during both years reported a decline in the percentage of the 
population that failed to use seat belts. However, the magnitude of the decline varied widely, 
from 6% to 41% 

The data presented here represent only selected risk factors taken from the 1986 BRFSS. 
Additional information was collected on high blood pressure treatment and nonpharmacologic 
practices; physical activity during leisure time; dieting practices; attempts at smoking cessa- 
tion; smokeless tobacco use; and wine, beer, and liquor use. In addition, many participating 
states asked health-related questions of particular interest to their state. 

The differences among states in the rates of these risk factors and health practices 
demonstrate the value of state-specific data. State health departments can use the data to 
set health objectives and/or develop a state health plan. They can also be used to support 
legislation on such issues as clean indoor air and seat belt use and to inform the public about 
the status and importance of personal health practices. In cooperation with these state ef- 
forts, risk-factor-specific reports using data from the BRFSS will be published in upcoming 
issues of the MMWA. 
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Tuberculosis Provisional Data — United States, 1986 


in 1986, a provisional total of 22,575 tuberculosis cases was reported to CDC. This was 
an increase of 374 cases (1.7%) over the 1985 final total of 22,201 cases (Figure 4). In 
1986, the provisional incidence rate was 9.4/100,000 population, a 1.1% increase from the 
1985 final rate of 9.3/100,000. 

Reported by: Div of Tuberculosis Control, Center for Prevention Svcs, CDC. 

Editorial Note: For the period 1982-1984, the incidence of tuberculosis declined an average 
of 1,706 cases (6.7%) a year. in 1985, this steadily downward trend halted when there was a 
decline of 54 cases (0.2%). The increase in cases in 1986 marks the first substantial rise in in- 
digenous tuberculosis morbidity in the United States since 1953, when national reporting of 
tuberculosis was fully implemented. 

While the reasons for this increase are not fully known, available evidence suggests that 
persons infected with both the human immunodeficiency virus (HIV) and the tubercle bacillus 
account for part of the change in morbidity (7-6). Matching of AIDS and tuberculosis regis- 
tries in 24 states and four localities indicates that 645 (4.2%) of 15,181 patients with AIDS 
have also had tuberculosis. In addition, an increase in tuberculosis among minorities (4), the 
homeless, and persons born in foreign countries may be contributing to the overall increase in 
morbidity 
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Tubercu/osis — Continued 


The impact of AIDS and HIV infection on tuberculosis morbidity in the United States would 
be better understood if all health departments would match AIDS and tuberculosis registries. 
Health departments should routinely offer HIV testing and counseling to patients with tuber- 
culosis, and the confidentiality of results should be assured. Individuals with both HIV and 
tuberculous infection should be managed according to recently published guidelines (7). 


FIGURE 4. Reported tuberculosis cases — United States, 1981-1986 








1981 
“Provisional data. 
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Erratum : Vol. 36, No. 15 
-237 In the article entitled “Premature Mortality Due to Sudden infant Death 
Syndrome— United States, 1980-1986", the last paragraph on page 237 should 
have continued on the next page as follows: “Deaths that would be classified as 
SIDS but that occur in children 21 year of age are classified as instantaneous 
deaths by NCHS and are coded 798.1 by ICD-9. In addition, there is no minimum 


age for the diagnosis of SIDS, and, in 1980-1983, 105,748 YPLL due to SIDS oc- 
curred in the neonatal period”. 
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FIGURE |. Reported measies cases — United States, weeks 12-15, 1987 
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